Animals were divided into six groups with 12 adults of either sex in each, and treated as follows: Group I: 3% NaCl solution (2 ml/day, i.p.) for 3\p=n-\5 days (chronic dehydration); Group II: single i.p. injection of 2 ml 30 % NaCl (severe dehydration), animals were killed 10-15 min after the injection ; Group III : simultaneous treatment with reserpine (50 /ig/day, i.m.) and 3 % NaCl (2 ml/day, i.p.) for 3-5 days; Group IV: reserpine (50 /ig/day, i.m.) for 5 days, 3 h after the last injection the animals were severely dehydrated by i.p. injection of 2 ml 30% NaCl; Group V: distilled water (2 ml/day, i.p.) for 3-5 days; Group VI: normal, untreated fig. 3 ). The SME and the NL (Plate, fig. 4 Gabe, 1966) . Therefore, the histological changes in the HNS that follow hyperosmotic stimulation are regarded as morphological indications of increased secretion of ADH (Gabe, 1966) . Hence, the inhibition, by reserpine, of these changes in the present experiments provides histological evidence in favour of the view (Moses, 1964; Bridges & Thorn, 1970) that reserpine significantly inhibits dehydration-induced antidiuresis. The mechanism by which reserpine blocks antidiuresis is not clearly understood, though it is is suggested that this is through a stimulatory action on the adrenal cortex (Moses, 1964 fig. 4 . PI, pars intermedia. Fig. 3 . Cells of the PVN (Group III) after reserpine treatment and chronic dehydration. Note absence of dehydration effects and the normal appearance of the cells; cf. fig. 5 . Fig. 4 . A portion of the NL of the same animal. Note the absence of dehydration effects; cf. fig. 6 . Fig. 5 . Cells of the PVN of a control animal (Group VI). Fig. 6 . Portion of the NL of the same animal.
